An unusual cause of chronic gastrointestinal bleeding secondary to an antral vascular malformation is reported. The literature relating to similar cases is reviewed and the possible aetiology discussed.
Case report A 35-year-old Iranian woman was first seen in January 1983 with a six-month history of dyspnoea on exertion. There was no history of unusual blood loss. She had had two miscarriages and two full-term deliveries with retained placenta on each occasion. There was no previous history of anaemia and no significant family history.
Examination showed her to be pale but nothing else abnormal was found. Sigmoidoscopy demonstrated a normal rectal mucosa with a few small haemorrhoids. Investigations revealed an anaemia of 6.5 g/dl with a hypochromic, microcytic film. The serum iron and transferrin were normal but the patient had recently been taking iron. Serum B12 was borderline on several occasions at approximately 200 ng/l. Liver function tests, haemoglobin electrophoresis and red cell folate were all normal. Faecal-occult bloods were repeatedly positive. A barium enema showed no abnormality.
An upper gastrointestinal (UGI) endoscopy revealed several bright red linear streaks in the antrum radiating towards the pylorus (Figure 1 ). Several smaller streaks were also seen in the first part of the duodenum. She was treated with a course of oral iron and also ranitidine on the suspicion that these red streaks represented a gastritis. Her small haemorrhoids were injected. Her haemoglobin 0141-0768/86/ 01004&02/$02.00/0
The Royal Society of Medicine improved to 11 g/dl, but repeat UGI endoscopy six weeks later showed no change.
In July 1983, despite remaining on oral iron, her haemoglobin had dropped to 9.4 g/dl. Faecal occult bloods were again found to be strongly positive. She was referred to the Hammersmith Hospital for angiography. Repeat endoscopy there in December 1983 again showed bright red streaks in the antrum and biopsies showed a mild atrophic gastritis ( Figure 2 ) and a chronic nonspecific duodenitis. Distal duodenal biopsy was normal. A colonoscopy was performed and was also normal. Gastric parietal cell antibodies were positive though other autoantibodies including intrinsic factor antibodies were negative. Achlorhydria to pentagastrin was demonstrated. Selective arteriograms were normal.
In view of a continuing anaemia, despite oral iron therapy, she was referred for surgery. A laparotomy performed in March 1984 showed the stomach and duodenum to be macroscopically normal. A colonoscope was passed via the mouth and she was endoscoped from mouth to caecum but no further abnormalities were seen. An antrectomy was performed with a Roux-en-Y anastamosis. Postoperative recovery was-unremarlable. Twelve months fllowving the operation she' lr6mained well with a n Ihal heemoglobin and only trace positive faecal occult bloods.
Histology of the resected specimen showed a network of dilated veins and capillaries in the mucosa and submucosa of the antrum, with several vessels beig seen to lie just beneath the lumen (Figures3 8ad 4) . Some vessels were seen to contain fibrindcloti, pqosibly indicating recent-bleeding. hImmunostang for gastrin revealM marked G-cell hyeiasia in the gastric antruwn consistent with atrophuic gastritis.
Discusion Several other cases showing siniilar endoscopic and histological features have been described1 4. Treatment has mainly been by antrectomy, though one patient3 was treated unsuccessfully with radiotherapy to the antral region. Endoscopic coagulation has been proposed, though there are no reports of this.
The patient described by Calam and Walker4 also had achlorhydria to pentagastrin and an atrophic gastritis. Since she was not considered fit for surgery, treatment with oral prednisolone was started in the hope of improving the gastritis' and also because steroids have been shown to shrink juvenile haemangiomas6'7 which, it was felt, the antral lesion might represent. This patient remained well on a small dose of prednisolone with a normal haemoglobin over a 15-month follow-up period, having previously required some 90 units of blood over 25 years. It is of interest that the endoscopic appearances of the antral lesion remained unchanged, perhaps implying that the cessation of bleeding was secondary to an improvement in the atrophic gastritis and not shrinkage of the vascular abnormality. Whether these venous antral malformations represent acquired or congenital abnormalities is unknown. The presence of atrophic gastritis and the features of intestinal metaplasia in some areas of the antrum in our patient suggest that the vascular malformation may be secondary to these changes, although it is difficult to understand why gastritis does not lead to vascular abnormalities more frequently.
If the lesions are congenital, it is surprising that they are not seen by endoscopists as an incidental finding in association with other pathology. Possibly gastric atrophy is required both to reveal the vascular pattern and also to promote bleeding. This would explain the late age of presentation, the average age of those patients described being 52 years. A case is described of a young woman who developed erythrocytosis, dermatomyositis and venous thromboembolism prior to the appearance of metastatic adenocarcinoma. These paraneoplastic syndromes, or non-metastatic manifestations of malignant disease, have not previously been reported in association. Their pathogenesis is discussed.
Case report A 34-year-old Caucasian woman was referred for investigation of erythrocytosis. Full blood count showed haemoglobin 20.2 g/dl, packed cell volume (PCV) 0.59, white cell count 8.1 x 109/l, normal differential, platelets 345 x 109/l, ESR 1 mm/h (Westergren). Two weeks prior to presentation she had developed fever, malaise, arthralgia and weakness of the shoulders, followed by progressive dyspnoea on exertion. Examination showed only generalized weakness, predominantly affecting the upper limbs. The liver and spleen were not palpable. Routine biochemistry, liver spleen scan and bone marrow biopsy were normal. Arterial oxygen saturation was 96% and neutrophil alkaline phosphatase 126 (normal range 12-120). The red cell mass by 51Cr labelling was 45 ml/kg (normal range,
